Acute myocardial infarction (AMI) is rare in young adults. We present a case of a 29-year-old black woman who presented with an acute onset of chest pain while sleeping. Anterior wall ST-elevation AMI was diagnosed based on clinical presentation, electrocardiographic findings, and elevated cardiac biomarkers. Coronary angiography revealed a totally occluded proximal left anterior descending artery. The obstructing lesion, thrombus, was removed. There was no evidence of atherosclerotic disease or dissection. An evaluation for a hypercoagulable state was unrevealing. ST-elevation acute myocardial infarction due to arterial thrombosis in a 29-year-old woman with normal coronary arteries Eneida Male , MD , Talitha Morton , DO , Adam Farber , MD , and Jeffrey Michel , MD heparin (bolus 4000 units). Coronary angiography revealed an occlusion in the left anterior descending artery ( Figure 2 ). She underwent thrombectomy using an AngioJet catheter system. Intracoronary optical coherence tomography and intravascular ultrasound revealed no plaque and no dissection. Percutaneous coronary intervention was not performed, and no stent was placed.
ST-elevation acute myocardial infarction due to arterial thrombosis in a 29-year-old woman with normal coronary arteries Eneida Male , MD , Talitha Morton , DO , Adam Farber , MD , and Jeffrey Michel , MD heparin (bolus 4000 units). Coronary angiography revealed an occlusion in the left anterior descending artery ( Figure 2 ). She underwent thrombectomy using an AngioJet catheter system. Intracoronary optical coherence tomography and intravascular ultrasound revealed no plaque and no dissection. Percutaneous coronary intervention was not performed, and no stent was placed.
Transthoracic echocardiogram revealed a left ventricular ejection fraction of 30% with extensive anterior, anteroseptal, and apical wall motion abnormalities. Laboratory results ( Table 1 ) were normal with the exception of an elevated Creactive protein level. Th e patient was started on dual antiplatelet therapy with aspirin 81 mg daily and prasugrel 10 mg daily. In addition, a high-intensity statin, oral beta-blocker, and angiotensin-converting enzyme inhibitor were also initiated per the 2013 American College of Cardiology Foundation/ American Heart Association guidelines for management of ST-elevation myocardial infarction. Due to the occurrence of acute coronary artery thrombosis of undetermined etiology, anticoagulation with warfarin was also initiated, with a goal international normalized ratio of 2 to 3. A temporary, wearable cardiac defi brillator was recommended at discharge due to her signifi cantly reduced left ventricular ejection fraction; however, the patient declined the device. Additional recommendations included outpatient follow-up with the hematology/oncology clinic for continued evaluation of a possible coagulation disorder, given the presence of antiphospholipid antibody syndrome in a fi rst-degree relative.
Our patient failed to take the prescribed medications and to follow up with hematology/oncology, and she did not undergo further testing. During a later hospitalization for pregnancy, she underwent echocardiography that demonstrated normal left ventricular systolic function and normal wall motion. 
CASE REPORT
A healthy, 29-year-old black woman presented to the emergency department with substernal chest pain that awoke her from sleep approximately 30 minutes prior to arrival. Th e pain radiated to her left arm and was also associated with dyspnea. Ibuprofen did not alleviate her pain. She smoked 20 cigarettes a day for 5 years. She also used natural and synthetic marijuana, but not over the past 2 years. She had a body mass index of 28 kg/m 2 , had no previous medical problems or prior surgery, and was not taking any medications. She had seven living children from six uncomplicated pregnancies, with the last being 1 year earlier. Her mother had antiphospholipid antibody syndrome. Chest radiograph was normal. Electrocardiogram revealed normal sinus rhythm with ST segment elevations in leads I, aVL, and V 4 to V 6 and ST segment depressions in leads III and V 1 ( Figure 1 ) . A complete blood count and comprehensive metabolic panel were unremarkable. Her initial serum troponin level was 1.2 ng/mL, with a peak of 46.21 on serial measurement. Her total cholesterol was 122 mg/dL; low-density lipoprotein, 69 mg/dL; high-density lipoprotein, 34 mg/dL; and triglycerides, 60 mg/dL. A urine drug screen was negative for marijuana, cocaine, and amphetamines, and her pregnancy test was negative. Th e patient was given aspirin (325 mg), sublingual nitroglycerin (0.4 mg), and intravenous
DISCUSSION
While acute coronary syndrome is prevalent in individuals over 45 years of age, it is rare in those younger than 30 ( 1 ). AMI with angiographically normal coronary arteries is an important subgroup of AMI in young patients ( 1 , 2 ) . Some etiologies reported include coronary artery anomalies, cocaine-induced coronary artery vasospasm, a hypercoagulable state related to the use of oral contraceptive pills, and diseases such as systemic lupus erythematosus, antiphospholipid antibody syndrome, Factor V Leiden mutation, and nephrotic syndrome ( 3 -5 ) . Th e incidence of AMI in patients <45 years of age is estimated to be 2% to 10% of all AMIs ( 4 -6 ). Although the incidence of AMI related to a hypercoagulable state is unclear, it may comprise approximately 5% of AMIs in young patients ( 4 ). 
b a
In our case, the only traditional coronary artery disease risk factor was prior tobacco use, with only a 5-pack-year history. Emergent coronary angiography revealed an acute left anterior descending artery thrombus, without evidence of atherosclerotic coronary disease, coronary artery dissection, or anomaly. Transthoracic echocardiogram showed no evidence of intracardiac thrombus, infective endocarditis, or valvular abnormality. Although the patient did report a remote history of substance abuse, her urine drug screen was negative for cocaine, amphetamines, and marijuana metabolites.
